edetate 50 rug/kg/day and subsequently penicillamine 750 mg/d for 6 weeks. Her headaches abated, and her papilloedema regressed. After 8 weeks her blood lead levels were 42 /Lg% and FEP levels were 180/Lg%, haemoglobin was 14 g% with a reticulocyte count of 4% and peripheral smear was (apart from Howell Jolly bodies) normal. The gluten free diet resulted in a weight gain of 20 g, and a transient hypercalcaemia, (Ca 2.8-3.0 mmolll) which normalized after 3 months.
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0141·0768/881 100612-011$02.00/0 @ 1988 The Royal Society of Medicine Lead poisoning in adults usually results from recent exposure. However, lead toxicity in adults from retained projectiles is well described1, and episodes of clinical lead toxicity appear to have resulted from increased metabolic stress in some cases 2 • 3 • A patient with untreated coeliac disease and evidence of childhood but not recent exposure to lead, developed lead encephalopathy at menopause. This case illustrates that lead poisoning can occur during bone demineralization in patients with an increased body lead burden, other than those with retained projectiles.
Case report
A 42-year-old woman presented with a 4 month history of amenorrhoea, and a 2 week history of morning headaches. As a child she had pica (confirmed by her two older brothers) and ate paint strippings from the walls of her parents' house which was situated adjacent to an old lead mine. She had no other serious illnesses and her 6 pregnancies (age range of children 5-20) had been uncomplicated.
The only abnormal physical findings were pallor, bilateral papilloedema (confirmed angiographically) and mild nuchal rigidity.
Laboratory investigations showed an anaemia (haemoglobin, 10 g%) which was microcytic hypochromic. Howell-Jolly bodies, basophilic stippling, schistocytes and a reticulocytosis of 4% were noted.
Haptoglobins were reduced at < 0.3 g/l (normal 0.3-1 gil).Serum iron < 5 /Lmol/l (normal 10-30 /LIDo1l1), total iron-binding capacity was 70 mol/l (normal 50-80 mol/l) and red cell folate was normal at 200 /Lgll (normal 150-1000 /Lgll). Bloodlead levels were 140/Lg% (normal < 20 /Lg%) and free erythrocyte porphyrins (FEP) were 1040/Lg% (normal < 40~). CT brain scan was normal. An elevated opening pressure of 280 mm CSF, mild lymphocytosis (12 cells per ml), and an elevated protein at 300 mg% (normal 30-45 mg%)was found at lumbar puncture. X-ray of her pelvis and forearms showed multiple lead lines along her iliac crests and her distal radial epiphysis. No evidence of osteoporosis was found at bone biopsy. Twenty-four hour urinary lead excretion during chelation was 1157/Lg/l indicating significant lead burden. A flattened jejunal mucosa with epithelial disarray, and mononuclear infiltration of the lamina propria consistent with untreated coeliacs disease was found at jejunal biopsy. There was biochemical evidence of osteomalacia, serum calcium was 2.15 mmol/l (normal 2.2-2.6 mmol/l), inorganic phosphate 1.9 mmol/l (normal 0.9-1.4 mmolll) and alkaline phosphatase 280 lUll (normal 30-100 lUll) nd vitamin D levels were 6.7 ng/ml (normal 14-46 ng/ml), Follitropin levels were 48 U/l and lutropin levels were 28 UIl, compatible with menopause.
The patient was treated with a gluten free diet and a 3 day course of intravenous calcium disodium
Discussion
Lead poisoning in adults normally results from recent exposure. Lead poisoning is, however, a well recognized (though rare) delayed complication from retained projectiles, and periods of metabolic stress have been associated with the unmasking of plumbism in at least two such cases 2 • 3 • Contact with synovial fluid is not a prerequisite in these cases being demonstrable in only 8 of 18 cases reviewed by Dillman-, This patient is interesting because there was no recent exposure to lead (for the past 12 years the patient had been living in a new house and full inspection (incl. cosmetics) revealed no source oflead, blood lead levels on her husband and six children were below 8%). She is a non-drinker and does not paint.
Variation in the clinical activity of coeliac disease is well known, patients presenting in middle age frequently give histories consistent with childhood coeliac disease.
Coeliac disease during childhood may have contributed to this patient's pica and consequent bone stores of lead. Furthermore the mechanism of lead absorption is not yet defined'. While ionic lead is well absorbed', the absorption of lead compounds in non fasting subjects is very erratic (as little as 8% of an oral dose being absorbed). If even a portion of this absorption occurs via tight junctions then patients with coeliac disease may have increased absorption of lead through disrupted tight junctions as occurs with other high molecular weight compounds such as CrEDTA5. Relative quiescence of her disease followed for the next 20-30 years. Finally, reactivation of her disease at menopause mobilized stored lead by causing osteomalacia (a bone wasting disease) and secondary hyperparathyroidism (as indicated by her transient post treatment hypercalcaemia).
Clinical lead poisoning may result from the mobilization of stored body lead during periods of metabolic stress. The case presented here shows that childhood lead ingestion is a potential source ofadult lead toxicity.
